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Abstract

Alzheimer’s disease (AD) is one of the most common causes of dementia, and the pathological mechanism of AD has not been
fully elucidated, and there is a lack of specific therapeutic means. The search for highly sensitive early biomarkers and assays has
become critical for the diagnosis of disease. Soluble myeloid cell trigger receptor 2 (sTREM2), as an activator of brain microglia, has
been shown to be closely related to the occurrence and development of AD. Magnetic resonance imaging (MRI) is a non-invasive,
multiparametric contrast, high-resolution diagnostic modality. In the diagnosis of diseases, multimodal MRI can provide accurate
information on tissue morphology, function, metabolism and other aspects based on the integration of a single MRI modality, which
can detect and manage diseases earlier. Therefore, this review focuses on summarizing the application value and research progress of
STREM?2 as a biomarker and multimodal MRI in AD, aiming to improve the diagnosis and management of the disease.
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